In a healthy population pepsinogen A and pepsinogen C increase with advancing age. As pepsinogen A and C are raised in chronic superficial gastritis which is caused by Hpylori infection, we investigated whether H pylon is responsible for the age related increase of pepsinogen A and C. In Hpylori positive blood transfusion donors serum pepsinogen A (mean (SD) 73 (35) [ig/ml v 52 (19) .tg/ml, p<<0«01) and C (mean (SD) 24 (13) [ig/ml v 10 (7) [.g/ml, p<<0-01) concentrations were significantly higher than in H pylon negative blood transfusion donors, while the serum pepsinogen A:C ratio (mean (SD) 3-5 (1.4) v 6*2 (3.4), p<<0«01) was significantly decreased because of a relative greater increase in serum pepsinogen C in H pylori positive blood transfusion donors. Analysis of variance showed that pepsinogen A and C concentrations differed significantly in the different age groups (p<<0«01) when we considered all blood transfusion donors and H pylori positive blood transfusion donors, the mean pepsinogen levels being highest in the older age categories. In H pylon negative blood transfusion donors no such age related difference in pepsinogen A and C could be shown. In H pylori positive blood transfusion donors a weak positive but significant correlation between pepsinogen A and C and age could be shown (r= 0.30; p=0.01 and r=0 31; p=0O01 respectively). In H pylori negative blood transfusion donors no correlation between serum pepsinogens and age was found. We conclude that the age related increase in serum pepsinogen A and C described in healthy control populations is caused by an increasing prevalence ofH pylon infection. Serum pepsinogen A and C concentrations in patients should therefore be related to the presence or absence of H pylon infection.
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Pepsinogen A and C are the proenzymes of pepsin A and pepsin C, respectively, which belong to the group of gastric acid aspartic endoproteinases. Pepsinogen A is secreted by the fundic mucosa' while pepsinogen C is secreted by fundic glands, pyloric glands, and proximal duodenal mucosa. 2 Serum pepsinogen A and pepsinogen C concentrations can predict the histological status of the gastric mucosa and show also non-parallel changes in serum concentrations with increasing severity of gastritis34 showing a relatively greater rise of pepsinogen C in patients with more severe gastritis. In healthy controls an increase in pepsinogen A and pepsinogen C serum concentrations with age has been described by several authors.5 The incidence of H pylorn infection increases with age89 and H pylori is generally accepted as the cause of chronic superficial gastritis'°" which can be a cause of increased serum pepsinogen A and C levels.3 '2 I3 We therefore investigated the influence of H pylori infection on the age related increase of pepsinogen A and pepsinogen C concentrations in healthy blood transfusion donors.
Methods

SUBJECTS
We examined sera obtained from 122 male and 69 female blood transfusion donors. The maximum age of these blood transfusion donors was 59 years. The age distribution of these donors is shown in Table I [21] 55 (13) [11] 93 (41) [10] All ages 59 (27) (Table III) . Figure 1 ) and serum pepsinogen C (r=0 31, p=0-01, Figure 2 ) was found. No correlation between age and pepsinogen A:C ratio (r=-0-21, p=0 09, Figure 3 Age (years) Figure 5 : Relationship between the IgG absorbance index and H pylori negative (0) The cause of our finding that the IgA and IgG absorbance index show an increase with advancing age is unclear but might also reflect progression of chronic superficial gastritis with advancing age. Our findings suggest that the rise in serum pepsinogen A which has been described in relatives of duodenal ulcer patients could be at least partly explained by H pylon infection which is also common in members of the same family.27-29 In these subjects a genetic predisposition to duodenal ulcer disease has been suggested303' in which H pylon may be the environmental factor which converts genetic predisposition into disease. We therefore conclude that in healthy blood transfusion donors no age related increase in serum pepsinogen A and C can be shown unless there is an infection with H pylon. Serum pepsinogen A and C concentrations should be related therefore to the presence or absence ofH pylon infection.
